Amongst 17 patients with hepatic focal nodular hyperplasia (FNH) encountered at Westmead Hospital between 1981 and 1990, FNH was found in association with hepatocellular carcinoma (HCC) in three (3/ 17), one male and two females, one of whom also had peliosis and an hepatic adenoma. FNH was also found in association with other conditions which may affect hepatic function, structure or circulation, including chronic obstructive airways disease (2), congestive cardiomyopathy (1), chronic active hepatitis (1), granulomatous hepatitis (1), coeliac artery stenosis (1) and metastatic malignant melanoma (1).
INTRODUCTION
, abdominal discomfort (2) , fatigue (1) , anorexia (1) or loss of weight (1) . Symptoms in the remaining two were due to HCC. There 6 and flow cytometric analyses are very similar5. On the other hand hepatocellular carcinoma has not been shown to develop after a diagnosis of focal nodular hyperplasia has been made and there is some evidence to suggest that the latter may occur as a response to alterations in hepatic haemodynamics. For example the kind of alteration which might result from a developing hepatocellular carcinoma. The evidence for altered intrahepatic blood flow causing focal nodular hyperplasia is based around its association with other liver lesions particularly haemangiomas7. In autopsy studies the frequency of occult haemangiomas and focal nodular hyperplasia is approximately the same being around 0.3%. It is thought that the hyperplastic nodules develop in response to transient ischaemia. It has also been suggested that the central fibrous scar represents the end stage of a progressive sclerosis/thrombosis of a vascular malformation. The disturbance of haemodynamics associated with intrahepatic lesions is a relatively straightforward concept to grasp. The authors second main point concerning the association of focal nodular hyperplasia with extrahepatic disease is a little more tenuous. Nodular hyperplasia has been associated with a number of systemic disorders which can affect blood vessels, such as rheumatoid arthritis and myeloproliferative disorders. Interestingly there are also associations with immune disorders but no specific reference to acquired immune deficiency. The present series includes one patient with a cardiomyopathy and one with coeliac artery stenosis in whom it is entirely possible that hepatic haemodynamics could be abnormal. In the two patients described with chronic obstructive airways disease, without cor pulmonale, it is less convincing and with such small numbers their speculation on 
